In a recent issue of the journal, we were pleased to see continued interest by Smith and colleagues 1 in the relationship between socioeconomic status (SES) and the development of childhood leukaemia. We agree with the authors that the completeness and representativeness of their data as well as the ability to measure deprivation in several ways are strengths of their study. We would like to point out to the authors that although on the surface the methodology of the UK investigation was different from our recent registry-based Canadian study, 2 in fact, the studies were similar. The major difference was that our study did not include enhanced surveillance to identify the childhood leukaemia cases. Due to the centralized cancer registration and treatment system in Canada, however, it is likely that our registries do not suffer from the underreporting problems which seem to have been present in the UK cancer registration. 3,4 Therefore, it is likely that both studies captured most, if not all, childhood leukaemia cases. The other differences were minor. We used the entire population as our comparison group rather than selecting a subset of the population as a control group, and we included a longer time period (1985)(1986)(1987)(1988)(1989)(1990)(1991)(1992)(1993)(1994)(1995)(1996)(1997)(1998)(1999)(2000)(2001) for most provinces) in the analysis. Finally, our study was unable to look at SES at different time points.
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In fact, the results of two studies gave very similar results for risk associated with SES at diagnosis/reference date. For example, based on 4024 cases of acute lymphoblastic leukaemia, comparing the poorest of five categories with the richest, we found a rate ratio (RR) of 0.86 [95% confidence interval (CI) 0.78-0.95] whereas based on 1578 cases the UK study found an odds ratio (OR) of 0.90 (95% CI 0.75-1.07). Due to the larger sample size of our study, we concluded that SES was significantly associated with the risk of childhood leukaemia. Had the UK study examined cases over a longer time period, it is quite possible that they would have also found a significant association. It is clear that continued discussion of this relationship is worthwhile, since SES may very well be an important factor in childhood leukaemia risk. One mechanism underlying contrasting health-economy findings We contribute to this health-economic literature by highlighting that the concept of allostatic load [13] [14] [15] More than two decades ago, it was noticed that biological changes occur among the unemployed which resemble allostatic load development. Olafsson and Svensson 25 summarize a number of these study results:
in various follow-up studies on an individual level the loss of job or the mere prospect of becoming jobless, have been found to cause elevated blood pressure, serum cholesterol and uric acid, elevation of blood concentration of catecholamins and . . . increased stress, psychosomatic disease and increased elimination of noradrenaline has been found to persist up to 2 years after the loss of a job (p. 1107).
While such physiological changes may occur among the unemployed, recent findings also identify allostatic load to be associated with those in employment. In a prospective study on Finish industrial workers, Kivimaki and colleagues 26 found those employees whom seldom recovered from work-after controlling for age, sex and 16 risk factors-had an elevated risk of cardiovascular death. Working conditions however, may not only affect sole individuals concerned, but also others. This is perhaps best evident in shift-workers, who are well-known to suffer from perturbed biological rhythms 27, 28 and have been shown to impact the health and well-being of others 29 including (importantly) via motor vehicle accidents. 30 As socioeconomic status (SES) is a prominent health issue in most developed countries, [31] [32] [33] [34] [35] [36] [37] allostatic load development has also importantly been associated with SES in a graded fashion 38 which may begin in childhood. 39, 40 These, other such findings [41] [42] [43] and environmental conditions (such as air pollution 44 ) associated with SES 45, 46 point to a single underlying mechanism operating for the employed and unemployed. The LiVicordia studies [47] [48] [49] and similar future research may further advance our knowledge of how environmental factors, particularly employment and unemployment conditions, impact underlying biological processes that inturn contribute to adverse health outcomes for communities and individuals. 50 In this regard, the contrasting (pro-cyclical 1,10,18-21 and counter-cyclical 3,22-24 ) health-economy findings need not only be associated with each other, 6,9-12 but may also result due to one underlying mechanism.
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